The structures at the 5' termini of the two genomic RNA species of cherry leaf roll virus (CLRV) were found to be neither 7-methylguanosine caps, nor 5'-hydroxyl groups or 5'-phosphate groups. CLRV RNA could be iodinated using Na125I and Iodogen; the labelled moiety appeared to be covalently linked to the RNA and could be removed by treatment with Pronase or proteinase K without altering the electrophoretic mobility of the RNA. The infectivity of RNA was greatly diminished by these enzymes, but such treatment impaired neither the fidelity nor the efficiency of translation of the RNA in vitro. Electrophoresis of the acetone-precipitable material released from the RNA by ribonuclease A treatment yielded a single radioactive component corresponding in mobility to a protein with a mol. wt. of about 3500. This molecule (VPg) presumably corresponds to the protease-sensitive structure needed for infectivity. An antiserum prepared against RNA of the birch isolate of CLRV precipitated homologous VPg as well as those of the rhubarb, dogwood, walnut and Sambucus racemosa isolates of CLRV, but not the VPgs of arabis mosaic nepovirus or tomato black ring nepovirus.
. Translation of CLRV and AMV RNAs was slightly stimulated by mTGTP, as was that of CLRV by mTGMP, whereas that of (capped) BMV RNA was inhibited by either analogue (Table 1) . When the RNA-1 and RNA-2 of CLRV were tested separately the cap analogues inhibited the translation of neither RNA, which implies that neither genome component is capped. CLRV, AMV, TBRV and BMV RNAs were iodinated using carrier-free Na125I (New England Nuclear) in Iodogen-coated tubes as described by Salacinski et al. (1981) . The specific radioactivity of iodinated CLRV RNA was 22 times greater, and of iodinated AMV RNA 29 times greater than that of iodinated BMV RNA. When 125I-labelled RNA was treated with Pronase (Koch-Light) and recovered by ethanol precipitation (as described by Mayo et al., 1982) , most of the radioactivity became soluble in 70~o ethanol (Table 2) . When 12SI-labelled CLRV RNA was digested with ribonuclease A (as described by Mayo et al., 1982) , 95~ of the radioactivity remained insoluble in 90~ acetone.
Electrophoresis of 125I-labelled CLRV RNA in 1 ~ agarose gel and subsequent autoradiography indicated that the radioactivity was associated with RNA of genomic size. This association was not affected by heating labelled RNA at 70°C in 100K formamide (which would be expected to disrupt non-covalent linkages) but was protease-sensitive.
Electrophoresis of the product (VPg) released from 125i_labelled CLRV RNA by ribonuclease A revealed a single radioactive band which was homogeneous ( Fig. 1) and had an apparent mol. wt. of about 3500. When analysed similarly, the electrophoretic mobilities of the VPgs of birch, rhubarb, walnut, dogwood and S. racemosa isolates did not differ. The electrophoretic mobility of the VPg of CLRV was less than that of TBRV (Fig. 2b) and AMV VPgs and this was independent of whether C. quinoa or C. amaranticolor was the propagation host.
Antiserum from a rabbit that had received CLRV (birch isolate) virion RNA (a total of 50 mg in three intravenous injections over 6 weeks) was prepared and used as described by Zabel et al. (1982) except that antibodies against capsid proteins were not removed. This antiserum was reactive against the VPgs of birch (Fig. 2a) , rhubarb, dogwood, walnut and S. racemosa isolates * RNA (25 ~tg/ml) was incubated with either Pronase (1.0 mg/ml) or proteinase K (0.2 mg/ml) in sterile 0.15 MNaCI, 0-015 M-sodium citrate, 0-5 ~ SDS, pH 7-7 for 16 h at 37 °C. Control mixtures were identical except that they lacked protease. of CLRV, but not against VPg of TBRV (Fig. 2b) or of AMV. The CLRV VPg is therefore virusspecific and probably virus-encoded. An antiserum prepared against the capsid protein of the birch isolate of CLRV as described by Cooper & Atkinson (1975) did not react with the VPg of either CLRV or AMV.
The requirement for an intact VPg for infectivity was assayed following treatment of CLRV RNA with proteolytic enzymes as described by Mayo et al. (1982) . Dilutions were prepared in sterile 0.07 M-phosphate buffer pH 7.0, inoculated into C. amaranticolor with treatments randomized, and local lesions were counted 10 days later. The specific infectivity of CLRV and AMV RNA (Table 3a) was decreased by Pronase and by proteinase K (Sigma). The integrity of the RNA, as judged both by electrophoretic mobility in 1~o agarose gel after glyoxal denaturation, and by the fidelity and efficiency of translation (Table 3 b) was not significantly affected by such treatment. There was no difference in the amount or the size distributions of the translation products of treated and untreated RNA.
CLRV RNA resembles that of other nepoviruses in possessing a VPg which appears to be linked to the 5' terminus and which is required for infectivity (Harrison & Barker, 1978 ; Mayo et al., 1982) but not for translation in vitro (Chu et al., 1981 ; Koenig & Fritsch, 1982) .
